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RBHR, BRANREBLIT RERAFBMRAEHE RO S IEZ—, AAHYRBRE
FICABE 1L 2 iR R ety 3y, X 2RI ERBRENER Y, THE #F (Acyclovir,
ACY) BiFR7ERENEA BObME LR HSV ZiFCY, At B ATFRAER, HIEY
&% HSV IS RARIPHTRMFIEE (2,2'-0-Cyclocytidine, CC)®, E&RRHA X
CHE. AR ARERNEENEBRETRE CC 1 ACV /MR EXHEZT M # R HSV-1
B, X ZARAHBRAMRN R HRERFRENTRERST TS nEREN,
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F LA HSV-1 SM 44 Bkffs RIEMBBR'F aM (Vero) HhPEFBEEDORE
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£ CC 100 ug/ml 1 ACV 1000 pg/ml BB B AWML ERE, HEXERTEERFIAH
WRE .
.2, MULSTHARBENMEERE HMER/DIREZXMHEY, 25 5 CC 25 pg/ml
W®ACV 10 pg/midk R 4 K, REEE, k. 3, WEYREEXESEXH2TH
KU EHBER,
(=) CCHACYHHILHBSTMR HSY WiFHIRE

JAl Eagle’s #i#§ CC i &M MBL %G ml & 5,10, 25 M1 50 ug 4 NIRE, ACV RERE
ml &1, 2.5, 510 ug 4 NMRE, BEILKE 12 MHBH2hH—4, FMATRKRE &K
2ml, 37°CHEF AR, BREHYE 0 RBFFHERE. RSFETELHMST M4 R
M.

LKEER: CC10 pg/ml 1 ACY 2.5 pg/ml HIRENBIRFBEBAV BB E A,
CC 25 ug/ml f1 ACV 10 pg/ml MHIVERBEKR (B 1), FEEMREM, CC 1 ACV {) TCIDg,
EHBREHMRATHR 3 M HE,

1 1 [l ] 1 1 1 1
o 5 16 25 50 o 1 2.5 5 10 4g/ml

Virus titer(LgTCID, +SD)

Fig 1. Effect of drugs on in vitiro reactivation of latent HSV. a=CC, b=ACV

() CCHACY BEHSVEE AN HEREE

KL CC 25 pg/ml f1 ACV 10 pg/ml W25, BAHLHHE 6 AMMBHH—41, 55
A 1ml REEH, 3T°CHER 4R, ®hHY, FNTBATEHEREEN 1,2, 34 RM
HEEATRBINE, RSREELEHST MBI,

£ CC 25 ug/ml S 4 RGBT, BATLHERER 1 KM% W B M TCIDy, 14 %
1053, SEHHBARLEREER (P<0.001), KM HEBML 0 RTFHT50%,
THH I 2 ROWATREME STHM BAMLENBER (P>0.05), WHRE 2%
Jii, CCHBRMELIEM MBI ML 1 K. £ ACV 10 ug/ml 5 4 Kty HET,
BHE 10 2 RIMRIER B BILLE PR E 3.33 F 3,51 XA (P <<0.001), Ml
REGHEAEHE 0 XAF, 83 RNBHERMN BAMA 1.27 MM K(E (P<0.01),
BUEREE 0, 112 RIRML 60 %4 REMBAMLERNRE F. BRI ACYH # R
HSV B MM TR HHRELWENE 3 K, (B& 1
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Tab 1. The effect of CC and ACV on in vitro reactivation of latent HSV in TG

Antiviral Viral titer (LgTCID,,+SD)*
Group in medium ' Days after removal of drug from medium
(Days) 1 2 3 4
Control 4 5.00%0.44 4.34£0.49 4.50+0.41 4.50+0.41
CC(25ug/ml) 4 3.2310.48%%%% 4.501£0.41%* 4,00 £0.54%* 5.00£0,44*
ACV(10ug/ml) 4 1.67+£0.36%*** 0.8310.48%**" 3.23+0.48%** 4.00+0.44*

a. Each value represents the mean of 6 ganglia.
b. P value is significant level of difference between drug treated group and drug-free control group
on the same day. *P>>0.2; **P>0.05; ***P<0.01; ****P<0.001
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CC fu ACV g Ra bl 1, BEHLIEE 6 AMB YD h—4, B4 AL T Eagle’s @i 1
ml $ 5 3 KM HSV Hi%, RIFHBA CC 25 ug/ml 5% ACV 10 ug/ml ZhiEH 4 K,
Pexktity, FUTHALLEREMO, 1 M2 KBITRERE. ASXATHELE H LT
fmaxt g,

KBRER, BEMSYHABEHL K 3 K{E HSV /%, BRACC25 pg/mlE F 4 X,
852555 0 KRB TCIDg, (A2 10°°, SEHMBALLENN TR AMNBIE, BXR0
JE% BE(P<0.05); BFE1 RRERESHBALREEABER (P>0.1) ACVAE
5501 1 RREREEMRA > TR 2.27 12,44 A3 8E, ZR4E% BE(P<0.001);
BHER 2 XRERESHBALSEHARES (P>0.20), i ACV ik HRE MR b
RHHBRT CC, '

() CCHACY AifAKM B2 HHAR HSY iR

BRMZY 84, BHLON4H, HASH%S CC25ug/ml 5k ACV 10 pg/ml #jiK
BFEIR, BBALHEERD 3 KA— M, el 3R SHArNELE HHFK
i 3Mm 18 KX, MHFHTHRBEE.

HRER, £ 37°CH% 18 Kyt MAMS Y B R R ERREEHE, TCIDy {E
10%5, 353 3 R RAMBSYREREH 108, —HAEBEER (P>0.20), BUIKE
18 R 3T°CHEAMPRIEERAZEURHRABRBREHEE, £ CCRACY R4, WL
R B BEAY TCIDs, {4 9125 10°° 1 1010, HEZ % RAHLL S BIBEMK 3.0 1 2.5 3%
i (P<0.001),

(7X) CCRACYRSARMBEHRR HSY e

Bk 2 B8 CC M ACY B ARk ER MZM (CC5pg+ACV 1 pg)/ml, BEHLHEF
B BAMSYYS—E, —EmERHGHE, H—ANLHBEREENR, STCER 4R K
4G 0 RETHREBEE.

KRBR, BHEESE 4 RHWHBY, REEWE 0 XREKER TCID,, (% 10°°,
BT RE TR 2.76 A X ¥ {E (P<0.001), #:K CC 25 ug/ml RACV 10 pg/ml B3
HMERBE (3 2), CC5ug/ml K ACV 1 pg/ml Sk AF5$ MR HSV (515 LMk
Ry, B8 CCRMACY B AT RKERA AL BRAFBOKIIERDRDHER. (R
#2)
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Tab 2. The effect of combination of CC and ACV on reactivation of HSV

Group Viral titer (LgTCID,,+SD)*
Control 4,76 1+0.36
CC+ACV 2,00+0.52
Control 4.87%+0.50
CC (5pg/ml) 4.40+0.51
Contrel 3.6210.45
ACV (1ug/ml) 3.71:+0.44

* Each value represents the mean of 13 ganglia; * P<0.05; ** P<0.001
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FLREHEREH. CCHMACY qLIMBE =X MBS AER HSV £REATE. ACV
2.5 pg/ml (AW B MHEEM, 10 pg/ml BERBRK, XS5XROMYE 5~10 pg/ml g5
L, CC1oug/ml ZIMABMBIERA, 25 pg/mlkHAERBE ACV 10 ug/ml HYHER
BB, BXEREREIRIAMACY K, CCR4H 1K, ACVa#F3 X, ACVHEM
HEMRT CC,

B5, REBEEFERNHLRBARZLSHRMSTANER HSY, RAERETEMHRE.
SETTREMMBELRR HSVUREFBEAERSH, —&k EEEHNLRREHRBIMARL
R HSV, BfLA Pavan-Langston #1 Kaufman % A 'O E5k 58 23 8 0 AL
W3, ROEZEHRATER HSV SARBEHEROEERER, DURBREEHBRER
ERGIREHE, RIOMHXL1ERER, 23 310 AnSH~THELR, WRAKKKE
TR HSV B, HEBARIZLHRER HSV HER,. ZERWTLLAL. HSV iRy
REgfXEMBISREMRE 2R, HRUHESV EERAHRBUREMAE, XRATHR
3B ITE A AR, HEERFPIE RIS R HSV BRI e R AR, BiEIERIA
M FBRIEBK,

£ HSV B Bitseh, EXRAKARAS N, DREITH, BEEH, RIMAH
B d, Jang®'P fil Vanel? SRyt B £ R HIE X, iR BHYHKA M HEXALHARREN
HinEEhFEEM, 4 CC/ACY BRA RAM =X WS IR HSV fofE ik W8 . &1
MBS ERERRY, ZHBEMHEIR HSY EIEAhEMHBER, CCHACY 2RI F
FREERS, HELYHSGHEN DNA ARHWH Y, ACV ERTRES TR, SBNLST,
FHA, HABEHEE, CCRERURE, HBAKRBRH HSV B, KEHFY, 4K
&, BHilE, RRANWSHAEZY .
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THE EFFECTS OF 2, 2-0-CYCLOCYTIDINE (CC) AND ACY-
CLOVIR (ACV) ON LATENT HERPES SIMPLEX VIRUS IN
TRIGEMINAL GANGLIA OF MICE

LIU Wei-Guo, MA Zhen-Xi, CHEN Zu-Ji and SONG Jie-Zhen
(Henan Institute of Ophthalmology, Zhengzhou)

ABSTRACT Effects of CC and ACV on latent HSV in trigeminal ganglia
were studied by reactivated HSV-1 model in viiro. Both CC (10 pg/ml) and ACV
(2.5 ug/ml) were shown to significantly inhibit the reactivation of the latent HSV
in infected ganglia. The effect of CC 25 ug/ml was as strong as that of ACV
10 pg/ml, but the effect of CC did not last as long as that of ACV after removal
of the drugs. The latent state of HSV in vitro was dependent upon the continuous
presence of either drug. Even though either drug was discontinuously administered,
the latent HSV was not eliminated completely from the trigeminal ganglia. Its
titers, however, were significantly reduced. The combination of CC and ACV
showed a synergistic effect on preventing the reactivation of the latent HSV in
vilro.

Key words 2,2’-O-Cyclocytidine; Acyclovir; Trigeminal ganglia; Latent infec-
tion; Herpes simplex virus





